Ischaemia within the regions supplied by vertebral and posterior cerebral arteries has been described as a complication of birth injury, either by direct trauma or by compression from a herniated temporal uncus. Ischaemia within the territory of the middle cerebral artery has been documented after a stretch injury of the vessel's elastica interna. From a series of seven personal observations on birth trauma and related cerebral stroke, we describe three neonates with the uncal herniation type of occipital stroke and four infants with hypoperfusion of the middle cerebral artery or one of its major branches. In three of the latter a basal convexity subdural haemorrhage probably induced the ischaemia, whereas in the other it was associated with haemorrhagic contusion of the parietal lobe.
Arterial cerebral infarction has become a frequent diagnosis in the newborn. At postmortem examination its incidence can 4 5 9 12 Mechanical birth trauma has been recognised as a direct cause of intracranial arterial injury in four different patterns: laceration of the middle meningeal artery after difficult instrumental delivery13; stretch injury of the vertebral artery and its branches'4; occlusion of the posterior cerebral artery after uncal herniation due to intracranial hypertension '5 16; and finally, stretch injury of the middle cerebral artery in the absence of supratentorial subdural bleeding. 17 From a review of 10 patients described in the literature and seven personal observations showing an association of traumatic intracranial bleeding and arterial cerebral ischaemia, we propose yet another pathogenesis: supratentorial basal convexity subdural haematoma and subsequent occlusion of the middle cerebral artery. Haemorrhagic contusion of the parietal lobe due to depression of fractured bone fragments could also be contributive. shoulder. On follow up at 2 months a control computed tomogram demonstrated bilateral occipital lobe infarction. This boy developed spastic tetraplegia and cortical blindness. CASE 5 This girl was delivered at 42 weeks of gestation by caesarean section because of occipitoposterior presentation, cephalopelvic disproportion, and decelerations in the second stage. Her Apgar score was 8 and 10 at 1 and 5 minutes. Birth weight was 3500 g. Six hours later she presented with left focal seizures, convulsive apnoea, a shrill cry, and hypotonia. Palpable separation between the right and left frontal bones was noticed. An ultrasound scan revealed increased densities in the right cerebral parenchyma while the computed tomogram showed diffuse subarachnoid haemorrhage and hypodensity of the occipitotemporal cerebral parenchyma. Focal disturbance of the EEG was present over the right hemisphere. Subtle seizures persisted for two weeks, as well as skew eye deviations and a left hemiparalysis. Her fundi were normal. The computed tomogram at 3 months showed the sequelae of infarction within the territory of the right posterior cerebral artery (fig 4) . At 2 years neuromotor development was within normal limits. CASE 6 This firstborn boy was delivered by breech at 39 weeks of gestation. Fundal pressure was exerted to deliver the aftercoming head. Apgar scores were 1 and 4 at 1 and 5 minutes respectively. Birth weight was 2350 g. In the course of the first day he became pale, hypotonic, and lethargic and was referred with a tense fontanelle and because of suspected extracerebral bleeding shown on a computed tomogram. Neither seizures nor anisocoria were observed. Heart rate was steady at around 120 beats/minute. A lentiform density on ultrasound and computed tomography was pathognomonic of epidural haematoma ( fig 5) . There appeared to be a linear fracture of the right parietal bone. Hypodensity of the ipsilateral occipitotemporal cerebral brain tissue and increase of intracranial pressure prompted neurosurgical intervention on day 3. Under local anaesthesia the haematoma, partially liquefied, was aspirated through a dural incision via the lambdoid suture. In the immediate postoperative period, the fontanelle lost its tension and both the midline shift and the parenchymal hypoperfusion disappeared. A residual epidural hygroma resorbed over the ensuing days. Within the first months of life clinical suspicion of Prader-Willi syndrome was confirmed by a typical deletion of chromosome 15 . CASE 7 This girl, only known to us by her computed tomograms and a limited clinical history, was We believe that in the present report cases 4, 5, and 6 fit the mechanism of supratentorial intracranial hypertension leading to uncal herniation and thus causing occlusion of the ipsilateral posterior cerebral artery. ' 7) . Whereas an isolated subdural haematoma often leaves no neurological sequelae, its association with arterial hypoperfusion predisposes to cerebral palsy if the affected region becomes ischaemic as happened to four of the six survivors in our series. In case 7 arterial occlusion of a posterior branch of the middle cerebral artery might have been brought about by compression from swollen brain parenchyma, in addition to the above mentioned mechanisms. Of some importance may be the rarity of these lesions after breech delivery (only three in 17 reviewed cases) and the possibility of their occurrence after vacuum as well as forceps extraction, supporting the proposed hypothesis of supratentorial injury as an initiator.
In conclusion, we suggest that compression and/or spasm of the middle cerebral artery or its branches, as a consequence of basal convexity subdural haemorrhage or parietal cerebral contusion, is one cause of traumatic neonatal arterial cerebral stroke.
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